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Introduction 
Lymphomatoid granulomatosis (LYG) is a rare lympho- 
proliferative disorder first recognized by Liebow et al. in 
1972 (1). Like sarcoidosis, it predominantly affects the lung, 
although it can affect multiple systems, including the skin, 
central nervous system (CNS), gastrointestinal tract, lym- 
phoreticular system and genitourinary tract. Histologically 
it is characterized by an angiocentric and angiodestructive 
infiltration with lymphocytes, plasma cells and histiocytes. 
It often progresses to lymphoma, typically T cell. We report 
on a case of LYG, initially suspected to be sarcoidosis, who 
developed high grade B-cell lymphoma 4 years after the 
original presentation and who has been treated with 
combination chemotherapy. 
Case Report 
A 43-year-old man was referred to a dermatologist in 
August 1992 with a papulonodular eruption over his trunk 
and limbs associated with systemic features of anorexia and 
weight loss of 10 kg over an g-week period. On examination 
he was also found to have hepatosplenomegaly, but no 
lymphadenopathy. 
Haematology showed a mild normochromic, normocytic 
anaemia, with haemoglobin 11.9 g dl - ’ and white cell 
count 4.1 x 1 091 - ‘. Serum biochemistry including calcium 
was normal. Chest radiography including computed tom- 
ography (CT) scanning showed bilateral, non-cavitating 
pulmonary opacities approximately 15 mm in diameter and 
not associated with lymphadenopathy. Plasma viscosity 
was minimally elevated at 1.65 (normal up to 1.72) viral 
serology including HIV was negative as were autoanti- 
bodies. Mantoux 1:lOOO was also negative. Biopsy of a skin 
nobule was non-diagnostic but showed extensive granulo- 
matous infiltration. Sarcoidosis was considered the most 
likely possibility and this was supported by a raised serum 
ACE at 136 units (normal 23-85 units). 
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He declined further chest investigation and so was put on 
a trial of prednisolone, starting at 30 mg day- ‘. He was 
reviewed in the dermatology clinic for 1 year, when an 
improvement in his rash and systemic symptoms was noted 
and his prednisolone was reduced to a maintenance dose of 
5 mg. However, he spent much of his time abroad as an 
aircraft engineer and subsequently defaulted from clinic. 
At the beginning of 1996 he was re-referred to the chest 
clinic with dyspnoea on exertion, dry cough and weight 
loss. Once again he had hepatosplenomegaly, but no lym- 
phadenopathy. His chest X-ray this time, however, showed 
extensive bilateral reticulonodular shadowing. An open 
lung biopsy obtained tissue which was extensively necrotic 
and showed the presence of small numbers of atypical 
lymphoid blasts surrounding and infiltrating the walls of 
blood vessels. Immunohistochemistry showed these cells to 
be of B cell lineage (CD-20 positive). The overall appear- 
ances were of lymphomatoid granulomatosis. Review of the 
histology from the skin biopsy performed in 1992 was also 
consistent with lymphomatoid granulomatosis, although 
not diagnostic. A staging CT scan showed bilateral fibrosis 
of the lungs with some areas of active pneumonitis. There 
were also one or two thick walled cavities within the lung 
tissue. Together with hepatosplenomegaly, this constituted 
stage 4B disease. 
He was started on combination chemotherapy, consisting 
of cyclophosphamide, adriamycin, vincristine and pred- 
nisolone (CHOP), and itraconazole for prophylaxis against 
fungal colonization of the lung cavities. After five cycles of 
chemotherapy his exercise tolerance had considerably 
improved and he had gained in weight. However, during 
treatment he developed back pain and was found to have 
osteoporotic vertebral collapse of Ll and L2 vertebrae. A 
bone density scan confirmed generalized osteoporosis. He 
was given an orthopaedic jacket and treated with calcitonin, 
pamidronate, calcium and vitamin D supplements. CT 
of thorax showed resolution of disease within the lung 
parenchyma, apart from a 1 cm irregular nodule in the left 
upper lobe. There was no lymphadenopathy seen on 
abdominal CT scan. This constituted a good partial 
response. 
Six weeks later he was readmitted to hospital where he 
was treated for an upper respiratory tract infection (neu- 
trophil count normal). On discharge, close follow-up was 
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PLATE 3. Atypical lymphoid blasts infiltrate the wall of a 
pulmonary vessel x 300. 
PLATE 1. CT scan of thorax, immediately before 
chemotherapy. 
PLATE 2. CT scan of thorax after five cycles of CHOP 
chemotherapy. 
intended at the Haematology Clinic, but against medical 
advice, he travelled abroad, where he unexpectedly died. At 
post-mortem, histologically, the lungs showed extensive 
infiltration by lymphoma in a perivascular distribution. No 
lymphoma was seen in the liver, spleen or bone marrow. 
Discussion 
This case of LYG is unusual for the long survival time with 
disease - 54 months. The largest series of LYG was 
reported by Liebow et al. in 1979, who looked at 157 cases 
that had presented over a number of years (1). Of the 148 
patients with complete follow-up, 94 (63.5%) had died, with 
a median survival of only 14 months. Of those who were 
alive, the median time with disease was 23 months (12 
patients). So although not unique, survival of 54 months 
with disease in this case is unusual for LYG. Perhaps one of 
the factors in the length of survival was the lack of CNS 
involvement. CNS involvement is not uncommon in LYG 
and Liebow et al., in their series, identified it as an adverse 
prognostic factor. Other features associated with poorer 
prognosis include, age ~25 at presentation, hepatomegaly, 
a raised white cell count and atypical lymphoreticular cells 
histologically (2). 
Epstein-Barr virus (EBV) has been implicated in the 
pathogenesis of LYG. It has been detected using poly- 
merase chain reaction (PCR), immunohistochemistry and 
in situ hybridization in pathological sections of LYG (3). 
The role of EBV in LYG is less clear. One study detected 
EBV predominantly in T lymphocytes (CD-20 negative) (4) 
whilst others have found EBV in lymphocytes of B-cell 
lineage only and implicate it in the transformation of LYG 
to B-cell lymphoma (3,5). 
It is believed that aggressive treatment with combination 
chemotherapy prolongs survival in LYG (6). The exact 
regime used varies, but most would include cyclophospha- 
mide and prednisolone. The progression to high grade 
B-cell lymphoma has inlluenced choice of chemotherapy 
in this case and a total of five cycles of CHOP were used, 
with almost complete resolution of the lung parenchymal 
changes on CT. The main side-effect of his treatment has 
been severe generalized osteoporosis, resulting in vertebral 
collapse and undoubtedly precipitated by prolonged steroid 
treatment. Attempts to reverse this were made using 
calcitonin, bisphosphonate, calcium and vitamin D 
supplements. 
The main differential diagnosis to LYG is Wegners 
granulomatosis and pulmonary lymphoma, although LYG 
may mimic metastatic carcinoma (7). There are no case 
reports of LYG mimicking sarcoidosis in the literature. The 
original, presumptive diagnosis of sarcoidosis was sug- 
gested by the clinical picture, the raised serum ACE and the 
finding of granulomas in the skin biopsy, although in this 
case obtaining the correct diagnosis was hampered due to 
the patients reluctance to undergo further definitive inves- 
tigation. We conclude that LYG should be considered in 
cases of suspected sarcoidosis, where positive histology is 
lacking. 
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Salmonella empyema following splenic biopsy 
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Introduction 
Empyema due to non-typhoid Salmonella infection is 
extremely rare. We describe a case due to Salmonella 
enteritidis phage Type 4 in a patient who was not immuno- 
suppressed and did not have pre-existing lung disease. 
Case Report 
A ‘ICyear-old male ex-smoker was admitted to the Urology 
Ward with acute retention of urine. He had been started on 
ciprofloxacin by his general practitioner on that day. There 
had been no significant gastrointestinal disturbance. An 
ultrasound examination to examine the kidneys incidentally 
revealed a low density lesion in the spleen. The appearances 
suggested a lymphoma or a metastatic lesion rather than 
an abcess. An lb-gauge needle biopsy of the lesion was 
performed under computed tomography (CT) guidance 
between the 10th and 1 lth ribs posterio-laterally. Histology 
showed normal splenic tissue with no inflammatory change. 
A diagnosis of benign prostatic hypertrophy was made. 
Indoramin was commenced orally. The patient was able to 
micturate and was discharged home for a transurethral 
prostatectomy at a later date. 
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Four weeks later he was referred to the respiratory ward 
by his GP because of fever and left-sided pleuritic pains. He 
had no shortness of breath, cough, sputum, haemoptysis or 
wheeze. There was no history of travel abroad, diarrhoea, 
vomiting or alcohol abuse. He had no pets and no contact 
with tuberculosis. 
On examination he was unwell with a fever of 38°C and 
was in atria1 fibrillation at 120 beats per minute. There was 
dullness to percussion with decreased air entry over the left 
hemithorax, suggesting a left-sided pleural effusion. A chest 
radiograph confirmed this diagnosis. His initial white cell 
count was 16 000 cells mm- 3. The cells were predomi- 
nantly neutrophils with a left-sided shift. Pleural aspiration 
produced cloudy fluid which grew Salmonella enteritidis 
phage Type 4. A CT scan showed a pleural effusion. The 
lesion in the spleen was seen and now had the density of an 
abcess or haematoma. There was a small amount of fluid 
lateral to the spleen. Intravenous ciprofloxacin was com- 
menced and an intercostal drain inserted. Some 1400 ml of 
pus were obtained on the first day. The patient’s antibiotics 
were later changed to intravenous cefotaxime and gen- 
tamicin because of reduced sensitivity to the quinolone. 
Repeated blood and stool cultures were negative. Four 
units of albumin were infused intravenously to correct 
hypoalbuminaemia. Fever and white cell count settled. The 
chest drain was gradually shortened. When there was no 
further drainage the intercostal tube was removed. A repeat 
ultrasound scan now showed a normal appearance of the 
spleen. Chest X-ray after 6 months revealed only minimal 
residual pleural thickening. 
